Comment
This case showed several atypical features, the pathogenesis of which can only be surmised. The ectasia was confined to the lower part of the posterior capsule extending almost to the periphery, and there were no remnants of hyaloid or of the tunica vasculosa lentis. The embryonic and infantile nuclei were normal. There was no coUar-stud opacity in the lens as is often seen in cases of lenticonus (Tyson, 1928) . On the other hand, there was a thick ring-shaped posterior subcapsular cortical opacity, situated close to the sloping nasal margins of the conus. Another point of interest is the history of early cataract in the mother. The affected eye had good vision which had only recently started to diminish, and there was no squint.
The cause and the exact time of onset of this condition are not clear, and it is not known whether it is congenital or acquired. It may start late in intra-uterine life or soon after birth. The main cause appears to be inherent weakness in the lens capsule and the conus may develop very slowly. The progress of the lenticonus was observed by Franceschetti and Rickli (1954) and Rosen (1945) watched a case which developed into lenticonus after trauma.
Most of the causes elaborated by Marsh (1932) can be ruled out in the present case, but Marsh also suggested that the defect might result from accommodative strain on the highly plastic lens of a young child.
Franceschetti and Rickli (1954) and Makley (1955) examined cases of posterior lenticonus histopathologically and found lens epithelium in the region of ectasia. It is suggested that the unusually increased convexity of the lens capsule (which exists normally in the equatorial region) may stimulate the multiplication of the cells of the anterior subcapsular epithelium or the epithelial remnants under the posterior capsule, and may also encourage the laying down of new lens fibres which normally occurs in the equatorial region. It thus appears that the primary defect may be a deficiency of the zonular lamella.
If these fibres are laid down at a particular place, all stages of abnormality are to be expected. If these epithelial cells start growing where they are not supposed to be present, a gradual increase in ectasia will occur. The usual site is the region of the poles but the anomaly may occur anywhere except in the true equatorial region where the growth gives rise to a normal moulding of lens fibres, resulting in a lens of normal shape.
It is, therefore, further suggested that there may be some common link between lentiglobus, lenticonus, and the development of the zonular lamella of the lens capsule, which develops late in intra-uterine life. The zonular lamella starts to develop from the equatorial region of the globe and finally reaches the polar regions. The zonular lamella may remain thin at certain places, particularly at the polar regions where it develops last, and when it is deficient near the polar regions the development of anterior or posterior lenticonus may be stimulated by the stress and strain of accommodation. When, however, the deficiency of the zonular lamella is generalized there is a tendency towards the development of lentiglobus.
The pathogenesis of this anomaly may therefore be summarized as follows. The primary defect lies in the capsule of the lens, where the zonular lamella may be deficient. Under the stress and strain of accommodation, the capsule starts to give way and the curvature increases. This stimulates the capsule of the equatorial region and this in turn stimulates the cells of the anterior lens epithelium or the remnants of epithelium under the posterior lens capsule, so that new lens fibres and epithelial cells are laid down irregularly. This laying down of new lens fibres beneath the weak capsule causes a conical protruberance of the already curved lens capsule and thus lenticonus is formed. When the change in the capsule is sudden we find a sharp margin oflenticonus, whereas a sloping margin is formed by a gradual transition from the deficient to the normal capsule. A thinning of the capsule was noted by Makley (1955) .
Since the mother of this patient had a lenticular opacity at the age of 18, the possibility of a hereditary factor cannot be ruled out; the familial incidence of lenticonus was noticed by Harrison Butler (1930) and Luo (1935) .
Conclusion
No definite cause of the peripheral (eccentric) lenticonus in the present case can be given. Lenticonus and lentiglobus may arise from an inherent weakness of the lens capsule, with a deficient or absent zonular lamella. A localized deficiency would give rise to lenticonus, which occurs more often in the polar region. Here the zonular lamella develops late and the deficiency may cause increased curvature of the capsule; this may stimulate the quiescent epithelial cells of the lens and the anomaly may progress under the stress and strain of accommodation. 
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